A reassessment of the effects of oropharyngeal anesthesia in exercise-induced asthma.
To investigate the possibility that stimulation of neural receptors in the posterior pharynx plays a role in the pathogenesis of exercise-induced asthma, we had 10 asthmatic subjects simulate the hyperpnea of exercise by performing eucapnic hypervenilation in the presence and absence of oropharyngeal anesthesia induced by lidocaine. During these studies, the amount of ventilation and temperature and water content of the inspired air were rigorously controlled in order to keep respiratory heat loss constant for each trial. Multiple aspects of pulmonary mechanics were measured before and after the pharynx was sprayed with either water or lidocaine, as well as after the completion of the bronchial challenge. Neither agent, in and of itself, produced alterations in lung function at rest. Eucapnic hyperventilaltion was followed by a significant reduction in pulmonary mechanics in both situations, and there were no significant differences between the effects of lidocaine or water. Thus, we were unable to find any evidence for the existence of "irritant-like" receptors essential to the pathogenetic consequences of airway cooling in the posterior pharynx.